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ABSTRACT
Environmental tobacco smoke is a preventable cause of significant morbidity and mortality among non-smokers. Reducing
exposure to tobacco smoke is an essential community and public health objective. This report documents the substantial
evidence characterizing the health risks caused by exposure to passive smoking. Multiple major reviews of evidence have
concluded that environmental tobacco smoke is a known human carcinogen and that exposure to passive smoke causes
adverse effects like SIDS, congenital birth defects, lead poisoning, and lung cancer. Regrettably, reductions in exposure have
been slower among small children than among adults, as growing workplace restriction protects the majority of adults while the
homes remain the most important source of exposure for children. The relationship between passive smoking exposure and
potential health hazards to all ages of population were researched. We analyzed and systematically reviewed information from
multiple literature sources. We found that everyone from the fetus to the elderly is significantly affected by passive smoking. Like
firsthand smoking, secondhand smoking is also hazardous. Health education and regulations regarding secondhand smoking in
both the office and home area can improve public health. This paper indicates a critical need for second hand smoke reduction
interventions especially among vulnerable populations.
INTRODUCTION
Passive smoking is also called environmental tobacco smoke (ETS) or second hand smoking (SHS). Adverse health effects
result from diluted mixture of mainstream smoke exhaled by smokers and sidestream smoke from the burning end of a cigarette
or other tobacco product. Environmental tobacco smoke is chemically similar to smoke inhaled by smokers and contains a
complex mix of over 4,000 chemicals, including a number of cancer-causing chemicals and toxic substances such as nicotine,
carbon monoxide (CO), and nitrogen. Side stream smoke is the key component of ETS, providing nearly all of the vapor-phase
constituents and more than half the particulate substances. Sidestream and mainstream smoke are dissimilar in their
temperature of combustion of tobacco, pH, and degree of dilution in air, which happens in combination with a decrease in
temperature. All of the five known carcinogens, nine probable human carcinogens, and three animal carcinogens are released at
higher levels in sidestream smoke than in mainstream smoke. Additionally, many toxic compounds, such as ammonia and
carbon monoxide, are produced at higher levels in sidestream smoke. The risk for cancer and other smoking-associated
diseases for nonsmokers are also high. The risk is not lowered by smoking light, mild, or low tar cigarettes. In fact, studies have
shown that when smoking these types of cigarettes, smokers often inhale more deeply while smoking.1
There are sensitive and positive markers of exposure to passive smoking. Vapor-phase nicotine and respirable suspended
particulate matter have been detected as markers for the presence and concentration of ETS in the environment. Cotinine, a
metabolite of nicotine and to a lesser degree nicotine itself are extensively used biomarkers of ETS exposure and uptake. The
dose-response association between urinary cotinine levels and self reported exposure to tobacco smoke is strong. Biomarker
data demonstrate that levels of ETS constituents encountered indoors by smokers are large enough to be absorbed and result in
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measurable doses in exposed persons. For example, a huge nationally representative sample of persons age 4 and older
indicated that 88% of nontobacco users had measurable levels of serum cotinine, although only 37% of adults and 43% of
children were alert that they were exposed to ETS in the home or at work.2
ENVIRONMENTAL TOBACCO SMOKE AND CHILDREN’S HEALTH
Most cigarette smokers have children living in the home and 70 percent permit smoking in some or all areas of the home. Urinary
cotinine concentrations in infants and young children were linked with the number of smokers reported in the home and the
number of cigarettes smoked by the mother during the previous 24 hours.3 Numerous studies in the early 1970s suggested a
connection between ETS exposure in the home and respiratory conditions among children.4-6 ETS is a major contributor to
impaired respiratory health among children, especially young children. U.S. Environmental Protection Agency (EPA) concluded
that ETS exposure is causally linked with increased risk of lower respiratory infections (e.g., bronchitis and pneumonia) in
children and an approximated 150,000 to 300,000 cases each year among infants and young children up to 18 months of age
are related to ETS exposure. The EPA also concluded that ETS exposure is indifferently associated with increased prevalence of
middle ear infection, upper respiratory tract irritation, and decreased lung function in children. ETS is usually associated with
increased incidents of asthmatic exacerbation in children---an estimated 200,000 to 1,000,000 asthmatic children have their
condition worsened by exposure to ETS—and is a risk factor for new cases of asthma among children who have not previously
been symptomatic.7
Children exposed to ETS have an average 1.87 more days of limited activity, 1.06 more days in bed, and 1.45 more days
missing from school than do children not exposed to ETS. Nationwide, children have 18 million days of restricted activity, 10
million days of bed confinement, and 7 million days of school absence attributable to daily ETS exposure.8
ENVIRONMENTAL TOBACCO SMOKE AND SUDDEN INFANT DEATH SYNDROME
Multiple research studies have revealed a relationship between infant exposure to ETS and sudden infant death syndrome
(SIDS) independent of the effects of maternal smoking during pregnancy.9-11 This connection has been found for maternal
smoking, paternal smoking, and smoking by other relatives or guests in the household. In 1997, California’s Environmental
Agency reported that there was sufficient evidence to conclude a causual association between ETS and SIDS.12 How ETS
causes SIDS is solely exploratory at present. One analysis is that the toxic chemical in tobacco (eg, nicotine and its metabolites)
may actually injure the developing brain, especially the cardiorespiratory center in the midbrain.13 Another suggestion is that an
infectious agent interacting with the chemical products of ETS may cause SIDS.14 Low levels of nicotine or one of its primary
metabolites, cotinine, may actually result in the potentiation of low levels of certain bacterial toxins.15 This could in part elucidate
why the cause of SIDS deaths is not often noticeable on postmortem examination.16 A third view is that nicotine from ETS may
cause SIDS through weakened metabolism of catecholamine’s in the brain, resulting in decreased awakening and ventilatory
responsiveness to hypoxia. Since comparative growth failure is noted in infants exposed to ETS both prenatally and postnatally,
it is rational to deduce that brain growth, including the cardiorespiratory center, is also impaired in these infants.17
SECONDHAND TOBACCO SMOKE IS A SOURCE OF LEAD EXPOSURE IN US CHILDREN AND ADOLESCENTS
In the United States, around 1 in 5 children aged 3 to 11 years live with at least 1 individual who smokes. Globally, the burden of
SHS exposure during childhood is even higher. Lead is a major neurocognitive and kidney toxicant for children at relatively low
levels. Lead is a tobacco constituent that is measured in mainstream smoke (exhaled by the smoker) and sidestream smoke
(from the burning cigarette). During the period 1988 to 1994, US children exposed to SHS showed increased blood lead levels.18
Children are more at risk for lead poisoning because their smaller bodies are in a continuous state of growth and development.
Lead is absorbed at a faster rate compared to adults, which causes more physical harm to children than to older people.
Furthermore, children, especially as they are learning to crawl and walk, are constantly on the floor and therefore more prone to
ingesting and inhaling dust that is contaminated with lead.19
The classic signs and symptoms in children are loss of appetite, abdominal pain, vomiting, weight loss, constipation, anemia,
kidney failure, irritability, lethargy, learning disabilities, and behavioral problems. Slow development of normal childhood
behaviors, such as talking and use of words, and permanent mental retardation are both commonly seen.20-21
ENVIRONMENTAL TOBACCO SMOKE AND ADULT SYMPTOMS
The most common complaints are irritation to the eye, nose, and headache. The primary eye symptoms are reddening, itching,
and tearing. The chief respiratory tract symptoms are itching, cough, and sore throat. Exposure to ETS precipitates and
aggravates asthmatic exacerbation, cough, and hoarseness of voice. ETS causes respiratory tract infection among adults.22
Exposure to secondhand smoke may increase the probability of cognitive impairment and dementia in adults 50 and over.23
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Second-hand smoke exposure is linked with deafness in non-smoking adults.24 Childhood exposure to environmental tobacco
smoke is associated with an increased risk of the development of adult-onset atopic dermatitis.25
ENVIRONMENTAL TOBACCO SMOKE AND LUNG CANCER
A large number of lung cancer deaths among nonsmokers can be associated with involuntary smoking. Several research studies
suggested a positive association between ETS and lung cancer. Twenty four of 30 studies reported a higher risk of lung cancer
among never-smokers exposed to ETS than among never-smokers not exposed to ETS. ETS is a human carcinogen, blamed for
about 3,000 lung cancer deaths yearly in US nonsmokers.26 ETS has been categorized as a Group A carcinogen under EPA’S
carcinogen guidelines. Multiple studies revealed that spousal smoking is linked with an increased risk of lung cancer among
nonsmoking spouses most heavily exposed to ETS.27
ENVIRONMENTAL TOBACCO SMOKE AND OTHER DISEASES
Epidemiological evidence of a connection between ETS and cardiovascular disease among nonsmokers has been increasing. A
1994 meta-analytsis of 12 studies revealed that there was a 23% higher CHD mortality among never-smokers exposed to ETS
than in never-smokers not exposed to ETS.28 A new cohort study found that ETS exposure increased the progression of
atherosclerosis by 20 percent compared to those not exposed to ETS.29 ETS seems to cause increased platelet aggregation,
increased thrombosis, decrease oxygen supply, and increased oxygen demand. The association of ETS with heart diseases
results from the carbon monoxide (CO) in smoke. Inhaled CO deprives the body from oxygen; the heart muscle cannot function
without oxygen.30 A cigarette left on fire produces more CO than one actively smoked. 31
FETAL EFFECTS OF MATERNAL SMOKING
The embryo (product during first trimester of pregnancy) and fetus (product during second and third trimester of pregnancy)
develops in their own environment surrounded by the maternal environment. More than 25% of women continue to smoke during
their pregnancies. Infants born to women who smoke during pregnancy weigh an average of 200g less than those born to
nonsmokers. The incidence of low-birth weight (less than 2,500 g) in infants born to mothers who smoke is twice that in infants
born to nonsmokers. The association between maternal smoking and low-birth weight is dose dependent and independent of
other factors known to influence birth weight, including race, parity, maternal body weight and height, socioeconomic status,
gender of the child, and gestational age. An estimated 17 to 26 percent of low-birth weight could be prevented by eliminating
smoking during pregnancy. Women who stop smoking before becoming pregnant have infants of the same birth weight as neversmokers do. Additionally, pregnant smokers who quit in the first 3 to 4 months of pregnancy and remain abstinent through the
rest of the pregnancy have normal birth weight infants. Pregnant women who stop smoking before the 30th week of gestation
have infants with higher birth weight than do continuing-smokers. The effects of smoking are greater on fetuses whose mothers
also receive inadequate nutrition. Presumably, there is an additive effect of heavy smoking and poor quality diet.32
Preterm delivery is linked with maternal smoking (relative risk of 1.5). An estimated 7 to 10 percent of preterm deliveries could be
prevented by eliminating smoking during pregnancy. However, smoking affects birth weight mainly by retarding the fetal growth.
The risk for a small for date infant is 3.4 to 4 times elevated among women who smoke during pregnancy than nonsmoking
women. In 1985, the center for disease control defined the fetal tobacco syndrome as follows: a)the mother smoked 5 or more
cigarettes per day throughout the pregnancy; b)the mother had no evidence of hypertension during pregnancy, specially no preeclampsia and documentation of normal blood pressure at least once after the first trimester; c) the newborn infant had
symmetrical growth retardation at term, 37 weeks, defined as birth weight less than 2,500g and a ponderal index (weight in
grams divided by length) greater than 2.32; and d) there is no obvious cause of intrauterine growth retardation, such as
congenital malformation or infection. A number of mechanisms are thought to cause the reduction in fetal growth, including
impaired maternal weight gain, and increased cyanide exposure (leading to impaired vitamin B12 metabolism). The most
important mechanism, however, is thought to be intrauterine hypoxia, which is caused by carboxyhemoglobin production from
carbon monoxide exposure and vasoconstriction of the umbilical arteries. Even though fetal growth is diminished among
maternal smokers, placenta-to-birth weight ratios are larger in comparison with those of maternal nonsmokers, probably because
of the larger placental surface is required to provide adequate fetal oxygenation in smokers.33
Maternal smoking is associated with higher fetal, neonatal, and infant mortality, independent of sociodemographic factors for
such mortality. Some data support an association between smoking and increased risk of spontaneous abortion. Smoking during
pregnancy also raises the risk of placenta previa and abruption placentae. One large study showed adjusted infant mortality
rates of 15.1 per 1,000 for white nonsmokers and 23.3 per 1,000 for white women who smoked more than one pack per day.
Comparable infant mortality rates from black women were 26.0 and 39.9 per 1,000, respectively.34 A strong risk factor for sudden
infant death syndrome (SIDS) is maternal smoking during pregnancy. Studies have shown a 2- to 4- fold increased risk of SIDS
among infants whose mothers smoked during pregnancy compared with infants of nonsmoking mothers, even after other risk
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factors were controlled.35-36 Nearly all hypotheses about possible mechanisms center around the effects of maternal smoking on
fetal oxygenation and fetal development. One animal study reported that exposure to nicotine leads to reduced tolerance of
hypoxic episodes and increased mortality.37
A few studies that have examined the long-term consequences of maternal smoking in offspring suggest a slight increase in the
incidence of mental retardation, cerebral palsy, epilepsy, hyperactivity, shortened attention span, lower test scores, urinary tract
anomalies, and electroencephalographic abnormalities. In a case-control study, there was a modest increase in the incidence of
infants with conotruncal heart defects and limb deficiencies associated with both maternal and paternal smoking. Nonetheless,
these studies are limited by small numbers and infrequently of events of interest, making any conclusion premature.38
PUBLIC HEALTH LAWS AND SECOND HAND SMOKING
Many preemptive laws actually have reduced the level of protections previously afforded by local regulation where the local laws
were more severe than state measures. A local debate helps to educate the community about the potential dangers of a
particular public health problem (such as debate with a city council about exposure of workers to customers’ tobacco smoke in
restaurants and other public places).Thus, communities lacking the abilities to participate in local debates over public health
decisions may pay less attention to the dangers involved and may be less aware of ways to address the problem. Like Florida,
some 19 other states enacted statutes that took the power away from, or preempted, cities or towns that might want to enact
local laws with stronger protection for non smokers. Courts will not defer to public health agencies where their actions are not
supported by adequate legal authority. Annually, about 1 million young Americans become regular smokers. Nicotine addiction is
difficult to remove. Smokers cause about 50,000 deaths each year among nonsmokers exposed to second hand smoke (SHS;
also called passive smoking). Policies that discourage tobacco use and protect nonsmokers from exposure to SHS are also key
elements of comprehensive tobacco-control program.39
Law passed by the state legislatures or regulations promulgated from state agencies may create the authority to provide the
funding for local health departments or other entities to act to protect the public health. Usually, local authorities are free to act as
long as they do not directly conflict with guidance from state or federal entities. In fact, enforcement of many public health laws is
left to local officials. One locality with great success to protect citizens from second hand smoke is New York City, which passed
a strict smoke-free air law in 2002 for almost all workplaces, which was later amended when New York State passed a similar
law a year later.40
CONCLUSIONS
Currently, society has less tolerance for smokers, and smoke free areas are now common. Many American workplaces do not
permit smoking indoors and many employers do not hire smokers. Most states restrict smoking in public places such as
government buildings. Many states restrict smoking in private workplaces. Nationwide public education campaigns designed to
increase awareness of environmental tobacco smoke and local legislature can reduce ETS. On June 22, 2009, President Barack
Obama signed the Family Smoking Prevention and Tobacco control Act.41 This historic legislation provides the Food and Drug
Administration (FDA) with the authority to regulate tobacco products, the leading cause of preventable deaths in the United
States.
REFERENCES
1. Respiratory Health Effects of Passive Smoking: Lung Cancer and Other Disorders. The Report of the U.S. Environmental
Protection Agency. NIH Publications No. 98-3605. Bethesda, MD: National Institute of Health and US Environmental
Protection Agency, Office of Research and Development, Office of Air and Radiation, 1993.
2. Pirkle JL, Flegal KM, Bernert JT, Brody DJ, Etzel RA, Maurer KR. Exposure of the US populations to environmental tobacco
smoke: The Third National Health and Nutrition Survey. JAMA. 1996 Apr 24;275(16):1233-40. [PMID 8601954]
3. Wald NJ, Boreham J. Bailey A, Ritche C, Haddow JE, Knight G. Urinary cotinine as marker of breathing other people’s
tobacco smoke. Lancet. 1984 Jan 28;1(8370):230-1. [PMID 6141373]
4. Centers for Disease Control and Prevention. State –specific prevalence of cigarette-smoking among adults, and children’s
and adolescents’ exposure to environmental tobacco smoke---United States, 1996. MMWR. 1997;46(44):1038-43. [PMID
9370224]
5. Coultas DB, Howard CA, Peake GT, Skipper BJ, Samet JM. Salivary cotinine levels and involuntary tobacco smoke
exposure in children and adults in New Mexico. Am Rev Respir Dis.1987 Aug;136(2):305-9. [PMID 3619189]
6. National Research Council, Committee on Passive Smoking: Environmental Tobacco smoke, Measuring Exposure and
Assessing Health Effects. Washington, DC: National Academy Press, 1986.
7. De Swert LF. Risk factors for allergy. Eur J Pediatr.1999 Feb;158(2):89-94. [PMID 10048601]

© The Internet Journal of Allied Health Sciences and Practice, 2013

Health Risk of Environmental Tobacco Smoke (ETS)

8.

9.
10.
11.
12.
13.
14.
15.
16.
17.
18.
19.
20.
21.
22.
23.
24.
25.
26.
27.
28.
29.
30.
31.
32.

5

Mannino DM, Moorman JE, Kingsley B, Rose D, Repace J. Health effects related to Environmental tobacco smoke
exposure in children in the United States: data from the Third National Health and Nutrition Examination Survey. Arch
Pediatr Adolesc Med. 2001 Jan;155(1):36-41. [PMID 11177060] National Center for Environmental Health, Center for
Disease Control and Prevention, 1600 Clifton Rd MS-E-17, Atlanta, 30333 USA.dd6@cdc.gov.
Schoendorf KC, Kielly JL. Relationship of sudden infant death syndrome to maternal smoking during and after pregnancy.
Pediatrics. 1992 Dec; 90(6):905-8. [PMID 1437432]
Center for Disease Control, Office on Smoking and Health: The Health Benefits of Smoking Cessation: A Report of the
Surgeon General. DHHS Publication No. (CDC) 90-8416. Washington, DC: Public Health Service, 1990
Meyer MB, Jonas BS, Tonascia JA. Perinatal events associated with maternal smoking during pregnancy. Am J Epidemiol.
1976 May;103(5):464-76. [PMID 944999]
California Environmental Protection Agency: Health Effects of Exposure to environmental tobacco smoke. Sacramento CA:
Office of Environmental Health Hazard Assessment.1997.
Slotkin TA, Lappi SE, McCook EC, Lorber BA, Seilder FJ. Loss of neonatal hypoxia tolerance after prenatal nicotine
exposure: implication of sudden infant death syndrome. Brain Res Bull.1995;38(1):69-75. [PMID 7552377]
Kleinman JC, Pierre MB Jr, Madans JH, Land JH, Schramm WF. The effects of maternal smoking on fetal and infant
mortality. Am J Epidemiol.1988 Feb;127(2):274-82. [PMID 3337083]
Haby MM, Peat JK, Woolcock AJ. Effect of passive smoking, asthma and respiratory infection on lung function in Australian
children. Pediatr Pulmonol. 1994 Nov;18(5):323-9. [PMID 7898972]
Nuorti JP, Butler JC, Farley MN,Harrison LH, McGeer A, Kolczak MS, Breiman RF. Cigarette smoking and invasive
pneumococcal disease. N Engl J Med. 2000 Mar 9;342(10):681-9. [PMID 10706897]
Klonoff-Cohen HS, Edelstein SL, Lefkowitz ES, Srinivason IP, Kaegi D, Chang JC, Wiley KJ. The effects of passive smoking
and tobacco exposure through breast milk on sudden infant death syndrome. JAMA. 1995 Mar 8;273(10)795-8. [PMID
7861574]
Apostolou A, Garcia-Esquinas E, Fadrowski JJ, McLain P, Weaver VM, Navas-Acien A. Secondhand Tobacco Smoke: A
source of lead exposure in US children and adolescents. Am J.Public Health. 2012 Apr;102(4):714-22. Epub 2011 Dec 1.
[PMID 21852639]
Schilling RJ, Bain RP. Prediction of children's blood lead levels on the basis of household-specific soil lead levels. Am J
Epidemiol. 1988 Jul;128(1):197-205. [PMID 3381826]
Woolf AD; Goldman R; Bellinger DC. Update on the clinical management of childhood lead poisoning. Pediatr Clin North
Am. 2007 Apr; 54 (2):271–94. [PMID 17448360]
Mannino DM, Albalak R, Grosse S, Repace J. Second-hand smoke exposure and blood lead level in US children.
Epidemiology. 2003 Nov;14(6):719-27. [PMID14569189]
Center for Disease Control, Office on Smoking and Health: The Health Consequences of Involuntary Smoking: A Report of
the Surgeon General. DHHS Publication No. (CDC) 87-8398. Rockville, MD: Public Health Service,1986
Anstey KJ, von Sanden C, Salim A, O’Kearney R. Smoking as a risk factor for dementia and cognitive decline: a metaanalysis of prospective studies. Am J Epidemiol. 2007 Aug 15;166(4):367-78. [PMID 17573335]
National Strategic Research Plan. Hearing and Hearing Impairment. Bethesda, Md: National Institute on Deafness and
Other Communication Disorders, National Institutes of Health, US Dept of Health and Human Services; 1996:33-34
Oryszczyn MP, Annesi-Maesano I, Charpin D,Paty E,Maccario J, Kauffman F. Relationships of active and passive smoking
to total IgE in adults of the Epidemiological Study of the Genetics and Environment of Asthma, Bronchial
Hyperresponsiveness, and Atopy (EGEA). Am J Respir Crit Care Med. 2000 Apr;161(4 Pt 1):1241–6. [PMID 10764318]
National Research Council, Committee on Passive Smoking: Environmental Tobacco Smoke. Measuring Exposure and
Assessing Health Effects. Washington DC: National Academy Press, 1986.
Environmental Protection Agency: Environmental Cancer and Heart and Lung Disease: Annual Report to Congress (8th).
Rockville, MD: Environmental Protection Agency, Task Force on Environmental Cancer and Heart and Lung Disease, 1985.
Wells AJ. Passive smoking as a cause of heart disease. J Am Coll Cardiol.1994 Aug; 24(2):546-54. [PMID 8034894]
Glantz SA, Parmeley WW. Passive smoking and heart disease. Mechanism and risk. JAMA.1995 Apr 5; 273(13):1047-53.
[PMID 7897790]
Steenland K, Thun M, Lally C, Heath C Jr. Environmental tobacco smoke and coronary heart disease in the American
Cancer Society CPS-II cohort. Circulation.1996 Aug 15;94(4):622-8. [PMID 8772680]
Laranjeira R, Pillon S, Dunn J. Environmental tobacco smoke exposure and lung cancer in non-smoking waiters:
measurements of carbon monoxide levels. Sao Paulo Med J. 2000 Jul 6:118(4):89-92. [PMID 10887383]
US Department of Health and Human Services, Office on Smoking and Health: The Health Consequences of Smoking for
Women. A Report of the Surgeon General. Washington, DC: Public Health Service, 1980.

© The Internet Journal of Allied Health Sciences and Practice, 2013

Health Risk of Environmental Tobacco Smoke (ETS)

6

33. Liebrechts-Akkerman G, Lao O, Liu F, van Sleuwen BE, Engelberts AC, L'hoir MP, Tiemeier HW, Kayser M. Postnatal
parental smoking: an important risk factor for SIDS. Eur J Pediatr. 2011 Oct; 170(10):1281-91. Epub 2011 Mar 15. [PMID
21404101]
34. DiFranza JR, Lew RA. Effect of maternal cigarette smoking on pregnancy complications and sudden infant death syndrome.
J Fam Pract. 1995 Apr;40(4):385-94. [PMID 7699353]
35. Blairs PS, Fleming PJ, Bensley D, Smith I, Bacon C, Taylor E, Berry J, Golding J, Tripp J. Smoking and the sudden infant
death syndrome. Confidential Enquiry into Stillbirths and Deaths Regional Coordinators and Researchers.
BMJ.1996 Jul 27;313(7051):195-8. [PMID 8696194]
36. Rantakallio P, Koiranen M. Neurological handicaps among children whose mothers smoked during pregnancy. Prev Med.
1987 Sep;16(5):597-606.[PMID 3684972]
37. Khalki H, Khalki L, Aboufatima R, Ouachrif A, Mountassir M, Benharref A, Chait A. Prenatal Exposure to tobacco extract
containing nicotine alkaloids produces morphological and behavioral changes in newborn rats. Pharmacol Biochem Behav.
2012 (May);101(3):342-7. E-pub 2012 Jan 31. [PMID 22306748]
38. Mannino DM, Siegel M, Husten C, Rose D, Etzel R. Environmental tobacco smoke exposure and health effects in children:
results from the 1991 National Health Interview Survey. Tob Control.1996 Spring; 5(1):13-8.[PMID 8795853]
39. Warner KE, Goldenhar LM. The cigarette advertising ban and magazine coverage of smoking and health. J Public Health
Policy. 1989 spring;10(1):32-42. [PMID 2715337]
40. Farrelly MC, Nonnemaker JM, Chou R, Hyland A, Peterson KK, Bauer UE. Changes in hospitality workers' exposure to
secondhand smoke following the implementation of New York's smoke-free law. Tob Control. 2005 Aug;14(4):236-41.
[PMID 16046685]
41. Gorini G. Harm reduction strategy in tobacco control. Epidemiol Prev. 2011 May-Aug;35(3-4 Suppl 1):19-32. [PMID
21926451]
KEY TERMS
Passive Smoking, ETS and Children Health, Lung Cancers, Lead Poisoning and Passive Smoking, SIDS and Congenital Birth
Defects

© The Internet Journal of Allied Health Sciences and Practice, 2013

